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HIV-landHIV-2havesomeaccessoryproteins,andsomeofthemhavebeen

revealedtocarryfUnctionsasarmstodegradehostanti-viralfactors.OneofthemisVpx

carriedbyHIV-2.VpxiscriticalfbrreversetranscriptionoftheviralRNAgenomein

macrophages.ItsmechanismisthatVpxbecomesadapterprotein,formsCul4-DDBl-

DCAFlE31igasecomplexanddegradesthehostrestrictionfactorSAMHDlby

proteasome.Furthermore,itwassuggestedthatVpxisimportantinactivatedT

lymphocytesbySAMHDldegradation-independentmechanism.Inthisstudy,wefirsttried

todeterminewhetherthemechanismwhichconfersthecapacityfbrviralreplicationin

macrophagesissolelydependentonitsabilitytodegradeSAMHDl.

1.MutationalAnalysisofVpxProtein

WeinvestigatedtheabilityofaseriesofVpxmutantscarryinglgpointmutationsinits

scatteredregions(Figure)todegradeSAMHDlinhuman293Tcellsandfbundthatlarge

amountofVpxpreventsthedegradation.Then,effectsofthesemutantswerecompared

withabilitiestoconferviralinfectivity.Asresults,relativelygoodcorrelationwas

identifiedbetweenthesetwocharacteristics.Therewereafewexceptions.Amongthem,

C87A(amutantcarryingAinsteadofthe87thC㎞owntocoordinatewithzinc)and

PlOgA(amutantintheC-terminalpoly-prolinemotif(PPM))werecandidatesformutants

lackingtheSAMHD1-degradationindependentfunctionofVpx.

2.RoleofPPMfbrOligomerizationofVpx

VpxamountdependencyonSAMHDldegradationwasexamined,anditwasfbund

thatlargeamountofPlOgAmutantdegradesSAMHDlefficientlyunlikeWTVpx.




